lumbar spine was done to assess the size of any paraspinal collection ( Figure 1 ). The scan showed an established L3/ L4 spondylodiscitis with a small right paraspinal collection. After consultation with the spinal surgeons it was decided to continue with intravenous antibiotics since she was improving clinically. After three weeks of intravenous benzylpenicillin and a week of gentamicin, she was put on oral amoxycillin to complete a three-month course of antibiotics. Back pain improved, though repeat radiographs showed destruction of the L3/L4 disc space. After ten weeks in hospital she was discharged to a rest home. COMMENT Vertebral osteomyelitis is an uncommon cause of back pain in adultsl. The incidence of pyogenic vertebral osteomyelitis in the UK is 1 in 250 0002. A long latent period makes early diagnosis difficult. Various micro-organisms have been isolated from the blood or disc space of patients with vertebral osteomyelitis, including Staphylococcus aureus, Staphylococcus epidermidis, Escherichia coli, and haemolytic streptococcus. S. aureus is the commonest micro-organism in haematogenous vertebral osteomyelitis and was isolated in 36% of cases in a series from the USA3.
Strep. viridans is a very unusual cause of vertebral osteomyelitis. Could our patient's vertebral osteomyelitis have been secondary to infective endocarditis? A large American series of infective endocarditis had no cases of associated vertebral osteomyelitis, but there are isolated case reports of infective endocarditis associated with vertebral infection". We felt that there was no clinical evidence of infective endocarditis in our patient.
How can vertebral osteomyelitis be recognized early, against the background of osteoporotic crush fractures and degenerative lumbar spine disease? Clinicians should be alerted if, at onset of back pain or worsening of longstanding symptoms, there is fever or a raised C-reactive protein or a high erythrocyte sedimentation rate. Then the investigation of choice is magnetic resonance imaging, which gives a positive diagnosis in up to 95% of cases7. With computed tomography the sensitivity is somewhat lower; and radionuclide imaging lacks specificity as well as sensitivity7. To ensure appropriate antibiotic treatment, microbiological diagnosis is critical. In a retrospective series of 68 patients, appropriate antibiotics were curative in all but one, irrespective of the duration of symptoms1. Suspected upper gastrointestinal bleeding is often managed by gastroenterologists. There is a subgroup of patients whose initial management should involve a vascular surgical team.
Gastrointestinal haemorrhage after abdominal aortic grafting

CASE HISTORY
A man aged 66 was referred with a history of melaena and symptoms of progressive anaemia. He described four episodes of melaena in 5 months, the most recent a week earlier. He gave no history of dyspepsia or haematemesis. 6 years earlier he had undergone abdominoperineal excision of the rectum for Dukes stage B carcinoma and concurrent aortic aneurysm repair, followed by two laparotomies for adhesion obstruction and repair of a midline abdominal incisional hernia. He had been discharged from the colorectal surgical clinic, judged recurrence-free at 5 years. On examination he was clinically anaemic. His stool was of normal colour, and femoral and distal pulses were of normal character. He had a hypochromic, microcytic anaemia with haemoglobin 6.5 g/dL.
He was thought to have either an aortic graft-enteric fistula or peptic ulceration. After blood transfusion, urgent gastroduodenoscopy to the third part of the duodenum showed no cause of bleeding abdominal computed tomographic (CT) scan showed a loop of duodenum adherent to the upper end of the infrarenal aortic graft, with contrast outside the aortic lumen and protruding into the bowel wall, representing an anastomotic false aneurysm ( Figure 1 ). The diagnosis was thus aortic graft-enteric fistula, and three days after referral he had an urgent elective operation. After right axillo-bifemoral bypass grafting the descending thoracic aorta was isolated just above the diaphragm via a left lateral thoracotomy. At laparotomy the anastomotic false aneurysm was dissected, the thoracic aorta was cross-clamped and the aortic graft was excised and sent for bacteriological culture. The aortic stump and common iliac arteries were oversewn, the duodenal fistula repaired and the aortic bed closed over gentamicin beads. Operative blood loss was 1700 mL, total operating time 8 h. Culture of the excised graft grew Bacteroides fragilis sensitive to ciprofloxacin. Postoperative recovery was uncomplicated, and the patient was discharged 16 days after surgery on oral antibiotics for six weeks. COMMENT The incidence of acute upper gastrointestinal haemorrhage is between 103 and 1 16 per 100 000 adults per year in the UK1. Most patients are seen first in accident and emergency departments and are subsequently managed by gastroenterologists. The most common causes of major bleeding are duodenal and gastric ulceration, oesophageal varices and Mallory-Weiss tears, and many patients can be managed by conservative or endoscopic treatment. Bleeding from aortoenteric fistula is rare in the general population, and is most likely to be encountered in patients who have undergone aneurysm repair or aortic bypass surgery.
The prevalence of abdominal aortic aneurysm in men of 55 years and older is at least 2%2 and increases with age.
Repair with a prosthetic graft is indicated when there is rupture or leakage, when the aneurysm is over 5.5 cm at its widest diameter, or when the aneurysm is expanding by more than 0.5 cm a year or causing symptoms. Aortic grafts are also placed to bypass aorto-iliac obstructive disease. In the UK each year about 4500 aneurysms are repaired (3000 elective, 1500 emergency) and 500 aortic bypass grafts performed3, with 5-year postoperative survival 68%4.
Consequently, there is a substantial population of patients in the UK with aortic grafts. The reported incidence of aorto-enteric fistula after surgery is between 0.2 and 2.3%5,6. The risk of aortic graft-enteric fistula is increased by perioperative factors. The incidence of fistula after elective bypass of aortic occlusive disease or aneurysm repair is 0.17-0.2%, but in those patients who undergo emergency repair for aneurysm rupture the incidence is higher at between 0.66 and 1.7%6. Risk of fistula formation Sometimes a secondary (infective) aorto-enteric fistula declares itself with a 'herald' bleed (followed by catastrophic exsanguinating haemorrhage), sometimes with occult blood loss resulting in anaemia. Half the patients have symptoms and signs of systemic infection including fever, fatigue and weight loss, leucocytosis, thrombocytopenia, raised erythrocyte sedimentation rate and positive blood cultures. The imaging investigation of choice is spiral CT angiography7. Contrast enhanced CT may show inflammatory changes related to the duodenum or the graft, or may demonstrate an anastomotic false aneurysm, as in our case. Endoscopy must be performed to exclude the more common causes of upper gastrointestinal haemorrhage. The source of occult bleeding can be confirmed by arteriography or a red-cell-labelled scan, when there is continuing haemorrhage at a rate of 0.1 and 0.2 mL/min, respectively8'9.
The surgical options are either an extra-anatomic repair with removal of the infected graft and oversewing of the aortic stump, or an in-situ reconstruction with antibiotic soaked or bonded graft material. Without repair of the fistula the mortality will be 100%; with surgical reconstruction it is between 25 and 88%6,10. For our patient, we elected to perform an extra-anatomic bypass to eliminate the risk of a second aortic graft infection. The aorta was isolated above the diaphragm because of the history of laparotomies for adhesions. The senior author's practice is to achieve thoracic control of the aorta in all such patients who have previously had a major laparotomy: adhesions can hamper proximal control of the aorta in the abdomen.
Aorto-enteric fistulae are responsible for under 2% of all cases of upper gastrointestinal haemorrhage but this cause should be thought of in any patient who has had emergency aneurysm repair. In such patients, with or without features of chronic infection, urgent referral for a vascular surgical opinion offers the best chance of saving life. Colonic diaphragm disease induced by non-steroidal antiinflammatory drugs (NSAIDs) is rare, and we find no report of it ever presenting as a painless abdominal mass.
A woman aged 44 was referred to the surgical outpatient clinic with a swelling in her right iliac fossa. This had been present for about seven months, appeared to move and varied in its prominence, but never disappeared. She had no abdominal pain. Her bowels had been regular until one week before presentation, since when she had had diarrhoea but had not passed blood or mucus per rectum. She gave a history of chronic low back pain since a fall in 1990 and had undergone an L5/Sl lumbar discectomy in September 1991 without symptomatic improvement. Her pain had been eased by dihydrocodeine, taken continually since the initial injury, and On abdominal examination there was a clearly palpable 8 x 3 cm firm, smooth, non-tender mass, mobile but tethered deeply. No other abnormality was detected. Plain abdominal radiography and haematological indices were normal. Ultrasound scan showed a 3 cm elongated structure in the right iliac fossa with an echogenic centre.
On computed tomographic scanl1ing ( Figure 1 ) the caecal pole was diffusely thickened, the rest of the large bowel and terminal ileum being normal. No focal collections, lymphadenopathy or free fluid were demonstrated. Barium enema showed a large faecolith within the caecal pole; entry of barium into the caecum was difficult and achieved only with the patient erect. Colonoscopic evaluation of the caecum was attempted but the patient could not tolerate the procedure. Despite all these investigations an exact diagnosis had not been made, though an inflammatory process seemed more probable Division of Surgery, Clinical Sciences Building, St James's University Hospital, Leeds LS9 7TF, UK Correspondence to: Mr S R Preston
